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Blood Urea: 45 mg./100 ml.
Other investigations including chest x-ray, urine analysis and culture, serum proteins, bilirubin, and electrolytes were normal; the Wassermann reaction and gonococcal complement-fixation test were negative.
Treatment.-Systemic steroids in large doses were instituted since the control of the ocular reaction was clearly of first importance. This was combined with local and systemic antibiotics.
Prednisone 100 mg. daily by mouth was abandoned in favour of 300 mg. hydrocortisone hemisuccinate daily by intramuscular injection, since the former appeared to have little effect. (Oral prednisone was re-instituted on discharge.) 8 megaunits penicillin were also given intramuscularly in divided doses.
Local treatment consisted of intensive atropine, Achromycin, and later hydrocortisone ointment. Subconjunctival Soframycin 250 mg. and mydricaine minims 5 were given to each eye on two occasions.
Course, Complications and their Management.-By the end of the first week, a general improvement was noted, the erythrocyte sedimentation rate had fallen to 75 mm./hr and there was a slight reduction in the white cell count. The herpes of lips and tongue had increased and was causing some distress. The right eye showed no change, but the left cornea had brightened and the hypopyon decreased (Figs 1 and 2 
Discussion
Clinical and experimental evidence is available showing that bacterial emboli may lodge in the eye in a wide variety of pyaemic and septicaemic states.
The organism most frequently found is the streptococcus (Duke-Elder, 1940 ). The precise mechanism of the reaction evoked (if there is one) is not always clear but several possibilities come to mind: (i) That the ocular reaction is a toxic effect due to streptococcal toxin; (ii) That bacterial invasion and multiplication within the eyes takes place, with local toxic effects; (iii) That the uveal tissues may be particularly sensitive to streptococcal toxins and react excessively to it (tissue allergy); (iv) That the above mechanisms are each contributory.
As regards the first, it seems likely that the whole family was infected with the same organism, yet only the patient suffered a severe illness. This suggests that there was something peculiar to the patient which led to such a severe illness, and not a purely toxic effect.
Also the ocular reaction occurred some 10 days after the first symptoms, which seems a long time for a purely toxic response to develop, and it was, in any case, out of proportion to the mildness of the general state.
As regards bacterial multiplication in the eyes, this was incapable of proof, but pyaemic abcesses elsewhere were not in evidence and there was none of the ocular pain, chemosis, or proptosis with which one is familiar in cases of exogenous infection of the globes after intra-ocular operations, in which the presence of an infecting organism is subsequently readily proved.
A bilateral and virtually symmetrical incidence is not the rule in cases of bacterial metastasis; Axenfeld (1894) and Lewis (1936) found the majority of such infections to be unilateral.
It seems that the assumption of a uveal hypersensitivity satisfies most of the predominant features of the case. The occurrence of such a hypersensitivity to a wide variety of proteins and bacterial agents is well known, and latent periods between the first exposure to the antigen and the subsequent development of the excessive reaction are also familiar. Theodore and Lewson (1939) noted, in at least one case of serum sickness, that an active iritis occurred 10 days after the initial injection. The similar delay in the case of the patient here reported may be noted.
Woods (1960) noted that a severe antigen/antibody reaction may occur in the eye without any evidence of a general hypersensitivity, which seems to be illustrated in this case.
In conclusion, it may be of interest that the patient has recently been re-admitted to hospital for an attack of acute glaucoma in the left eye for which a peripheral iridectomy was performed. She developed a total hyphaema with blood-staining of the cornea and now has no perception of light.
Summary
A case of bilateral endophthalmitis in the course of a septicaemia is described.
The possible mechanism of the ocular involvement is discussed and the conclusion is drawn that a hypersensitivity reaction was the predominant cause.
We are indebted to Mr. John Winstanley for permission to publish this case and to the Photographic Department of St. Thomas's Hospital for the photographs. 
